A 50-year-old woman reported to the emergency department with thunderclap headache and vomiting. Non-enhanced brain computed tomography (CT) showed a subarachnoid hemorrhage of Hunt-Hess Grade II and Fisher Grade III. Brain angiography CT and transfemoral cerebral angiography (TFCA) revealed an aneurysm of the anterior communicating artery. A direct neck clipping was performed using the pterional approach. The post-operation CT was uneventful. Six days postoperatively, the patient became lethargic. The mean velocity (cm/s) of the middle cerebral artery peaked at 173 cm/s on the right side and 167 cm/s on the left. A TFCA revealed decreased perfusion in both recurrent arteries of Heubner (RAH), but no occlusion in either. Intra-arterial nimodipine injection was administered. On the 7th postoperative day, CT demonstrated a newly developed low-density lesion in the RAH territory bilaterally. The cause of the infarction was attributed to decreased perfusion caused by cerebral vasospasm. The patient was discharged with no definite neurologic deficit except for mild cognitive disorder.
INTRODUCTION
RAH. Preoperatively, the perfusion of both RAH was normal on the cerebral angiogram. However, on the TFCA before chemical angioplasty, the Rt. RAH was blurred due to decreased perfusion and the Lt. RAH was not visible (Fig. 3) . Clip placement was a good to exclude the aneurysm from circulation without occluding the parent artery. In order to ameliorate the angiographic vasospasm, an intra-arterial nimodipine injection was administered at both the M1 and Lt. A1
segments. The total volume of nimodipine administered was 5.5 mg. The Rt. M1 segment was selected using micro-catheter and 3 mg nimodipine was injected 30 times in 0.1 mg increments at pulsatile heart rate velocity. Then, the Lt. M1 and A1 segments were selected using a micro-catheter and 2.5 mg ni- oped low-density lesion in the RAH territory bilaterally, the caudate nucleus, and the anterior portion of the basal ganglia and internal capsule (Fig. 4 ).
There were no symptoms of bilateral RAH infarction such as motor weakness, aphasia, dysarthria, or akinetic mutism. However, mild cognitive disorder was A B present. On the 14th postoperative day, routine follow-up brain CT showed neither a low-density lesion nor progression in any RAH territory infarction. The patient was discharged with just mild cognitive disorder and no other definite neurological deficits. On examination at an outpatient department 6 months later, the patient's cognition had improved.
DISCUSSION
The RAH exhibited a mean outer diameter of 0. 
CONCLUSION
It is important to keep in mind that the clipping of an ACoA aneurysm can cause infarction of the RAH.
In cases of RAH infarction following aneurysm surgery, the aneurysm is almost always in the ACoA.
12)
When a patient has DIND with an elevated mean MCA velocity after clipping of an ACoA aneurysm, neurosurgeons should consider the possibility of an
